Dear Sir:
Carotid artery stenting (CAS) is a less invasive alternative to carotid endarterectomy (CEA) for treatment of symptomatic carotid stenosis. The risk of peri-procedural cerebral ischemia is greater with CAS than with CEA. 1 However, evidence on the occurrence of new hemorrhagic brain lesions after CAS or CEA is sparse. We aimed to assess the frequency of clinically silent brain hemorrhage on magnetic resonance imaging (MRI) after CAS and CEA in the MRI substudy of the International Carotid Stenting Study (ICSS), a registered clinical trial (RCTN25337470).
In ICSS, patients with symptomatic carotid stenosis were randomized in a 1:1 ratio to CAS or CEA. 2 In the ICSS-MRI substudy, patients were scanned with multi-modal MRI 1 to 7 days before, 1 to 3 days after and 30±3 days after revascularization, including gradient-recalled echo (GRE) T2*-weighted MRI. The primary outcome of the present study was the presence of at least one new hemorrhagic brain lesion on the 30-day scan, defined by any new signal hypointensity within the brain parenchyma on GRE T2* which was not present before treatment. Small, rounded hypointense lesions measuring ≤10 mm in diameter were classified as cerebral microbleeds (CMBs). 3 New hemorrhagic lesions on the 1-month follow-up scan occurring at the site of ischemic brain lesions seen on fluid-attenuated inversion recovery sequences before treatment, or at the site of new diffusion-weighted imaging lesions in the scan done 1 to 3 days after treatment, were classified as hemorrhagic transformations of ischemic infarcts, and were not counted as part of the primary outcome.
Details on the CAS and CEA procedures have been described Ipsilateral carotid territory 4 ( 4 ( 8 (
Contralateral carotid or vertebrobasilar territory 1 ( 1 ( 1 ( in detail before. 2 In short, premedication for CAS was discretionary, although the combination of aspirin and clopidogrel was recommended. Use of heparin during the procedure was mandatory. All CEA patients received antiplatelet therapy before and after the procedure. Assessment of MRI scans was done through consensus reading by two experienced readers who were blinded to the allocated treatment and clinical outcome. In case of disagreement between the two, a third reviewer made the final decision.
We analyzed all patients who received the randomly allocated treatment (CAS or CEA) and both the pre-treatment and 30-day MRI scans including GRE T2* sequences in sufficient quality. We compared the proportion of patients with the primary outcome between the CAS and the CEA group using Fisher's exact test. Binary logistic regression analysis was performed to study the association between each of the clinical and radiological baseline variables ( Figure 1 . Patients were well matched in baseline characteristics (Table 1) . Thirty-one patients were studied in 3 Tesla scanners (CAS, n=15; CEA, n=16) and 131 in 1.5 Tesla scanners (CAS, n=69; CEA, n=62). Seven patients in the CAS group (8.3%) and three patients in the CEA group (3.8%) suffered an ischemic stroke. All pre-existing hemorrhagic brain lesions seen on the pre-treatment scan were still visible on the 1-month follow-up scan. No clinically manifest hemorrhagic strokes occurred. Hemorrhagic brain lesions, exclusively in the form of a single CMB, occurred in five patients in the CAS group (6.0%) and in five patients in the CEA group (6.4%, P=0.88). CMBs were located in the territory supplied by the treated carotid artery in eight patients and in the contralateral carotid territory in two patients. In the CAS group, two CMBs were located in deep structures (basal ganglia), two in the frontal lobe, and one in the temporal lobe. In the CEA group, two CMBs were located in deep structures (external capsule and deep/periventricular white matter), two in the frontal lobe, and one in the temporal lobe. None of the patients with CMBs had symptoms attributable to the lesion or cerebral hyperperfusion syndrome (CHS). CMBs were not associated with any patient baseline characteristics including presence of CMBs before treatment, or baseline severity of white matter changes.
Our study has limitations. Due to the small number of patients exhibiting new hemorrhagic brain lesions on MRI after carotid revascularization, we are not able to draw any meaningful conclusions on the association between hemorrhagic brain lesions and CHS, nor any of the assessed baseline risk factors including pre-existing CMBs. Second, no information was available on blood pressure values directly after CAS or CEA, or within a few days thereafter. In addition, only about one fifth of our patients were imaged on 3 Tesla scanners, and susceptibility weighted imaging sequences were not done. Therefore, we might have underestimated the true frequency of CMBs to some degree.
In conclusion, we found that hemorrhagic brain lesions after carotid revascularization are rare, do not differ between CAS and CEA, and in our study exclusively occurred in the form of a single CMB, predominantly located in the territory supplied by the treated carotid artery.
